A 56-year-old woman complained of soreness of the right cheek for two months. On examination there was a faint and diffuse lesion some 2 cm in diameter on the buccal mucosa. The appearance wasof a lightly indurated reddened patch with some intrinsic faint white areas but no ulceration. No other significant active lesions were found on clinical or radiographic examination, although chest radiographs showed calcified hilar foci. Blood examination showed WBC 7-1 x 109/1 (7100/mm3); RBC 4 7 x 10"/l (4 700 000/mm3); Hb 13-3 g/dl; ESR 26 mm in 1 h. There was no relevant personal medical history but the patient's father and her daughter had had pulmonary tuberculosis respectively 17 years and 15 years previously.
A biopsy specimen of the lesion showed a subepithelial tuberculoid-granuloma with epithelioid cells, Langhans's giant cells, and very limited caseation.
The overlying epithelium showed non-neoplastic hyperplasia. The histological appearances in general resembled that of lupus vulgaris (figure) but Ziehl-Neelsen staining of multiple sections showed no acid-fast organisms. Swabs and smears from the area were also negative, as were cultures of faeces and urine. On further biopsy, however, M tuberculosis were recovered directly from fresh tissue by culture and guinea-pig inoculation. Within one month of starting treatment with rifampicin and isoniazid the lesion had begun to regress. By four months only a slight scar-like lesion remained. By eight months the buccal, mucosa appeared normal and remained so.
Treatmqnt was continued for a total of one year.
During treatment the patient complained of abdominal pain. A barium meal and gastroscopy 11 months after the diagnosis of tuberculosis showed some abnormality of the gastric mucosa. At operation carcinoma of the pyloric antrum was found and subtotal gastrectomy was carried out. Eventually the patient died from multiple metastatic growths.
Section os
Section of lesion showing resemblance to lupuis vulgaris. (H and E.) 
Comment
This case has several notable features., The clinical presentation of the condition was very unusual. Oral tuberculous lesions may vary widely' but virtually all-have been -described as granulomatous or ulcerated. This lesion presented as a simple patch not--unlike oral lichen planus or one of the other "white patches" of the oral imucosa.
Facial lupus vulgaris may extend to the oral mucosa but, again, granulating, vegetative, or ulcerating lesions are described.2 The fact that tubercle bacilli could not be cultured from swabstif the surface of the lesion and that acid-fast organisms could not be found on Ziehl-Neelsen staining of the original biopsy material seems not to fulfil the usual criteria for diagnosing tuberculous lesions. But I think that direct culture or inoculation of fresh biopsy material, as in this case, provides the more reliable evidence. Some lesions described as tuberculides because of the absence of acid-fast organisms on staining might have been otherwise diagnosed had attempts been made to recover organisms in this way. 3 There is no positive evidence that the lesion in this case was the result of a reactivation of latent organisms and that this was potentiated in some way by the early gastric neoplasm. Nevertheless, the calcified foci in the hila suggest a previous tuberculous infection, possibly acquired at the same time as that of the father or daughter. On Indian childhood cirrhosis, a rapidly progressive disorder of early childhood, is almost entirely limited to the Asian subcontinent, where it is an important cause of death. This first report of a patient presenting in Britain is of interest as orcein-staining deposits were found in hepatocytes, as we have recently described in Indian childhood cirrhosis.' These deposits, which are likely to represent increased copper-binding protein, were also present in renal tubular cells. Functional renal tubular abnormalities occur in Indian childhood cirrhosis' 3 as they do characteristically in Wilson's disease.
Case history
A 10-month-old boy, an Asian immigrant, was admitted with a one-month history of jaundice. The first child of healthy, unrelated Hindu parents, he had been born in Gujarat, India, and had lived there until 9 months of age. Hepatomegaly had been noticed at 2 months with subsequent intermittent fever and vomiting and, from the age of 6 months, abdominal distension, irritability, poor feeding, and weight loss.
He weighed 6-8 kg and was a thin, wasted child with jaundice, anaemia, hepatosplenomegaly, ascites, and distended abdominal veins. Investigations showed severe hepatic dysfunction, with urinary abnormalities consistent with proximal -tubular malfunction. The concentration of total serum bilirubin was 390 ,umol/I (22-8 mg/ 100 ml) (normal <20 ,umol/l (1-2 mg/100 ml)), conjugated bilirubin 242 ,tmol/l (14-2 mg/100 ml), serum aspartate transaminase 107 IU/I (normal 10-14), and serum albumin 22 g/l; prothrombin time was 32 seconds (prolonged) and partial thromboplastin time 102 seconds (control 38). There was appreciable generalised aminoaciduria, with normal serum amino-acids. The urine contained lactose, sucrose, glucose, and fructose, but was free of albumin. Plasma creatinine concentration was normal. Haemoglobin concentration was 5 9 g/dl, reticulocyte count 3 2-46%, WBC 18-9 x 109/1, and platelets 120x 109/1; serum iron and B12 concentrations were normal. The bone marrow showed greatly increased cellularity, and erythropoiesis was very active, dyserythroblastic, and macronormoblastic. Both the patient and his mother had thalassaemia trait on haemoglobin electrophoresis.
He"died four days-after admission. The macroscopic appearances of the liver were of a micronodular cirrhosis and histological examination showed all the features of Indian childhood cirrhosis--namely, generalised hepato-
